Widespread Superficial Dermatophytosis in Patient on Secukinumab for Treatment of Chronic Plaque Psoriasis
Sir, Secukinumab is a recombinant, fully human IgG1 monoclonal antibody which selectively binds and neutralizes interleukin 17A (IL-17A). IL-17 is secreted by a class of helper T cells called Th17 cells, which stimulates keratinocytes to secrete proinflammatory mediator and to recruit other inflammatory cells in psoriatic skins. Secukinumab was FDA approved in January 2015 for the management of plaque psoriasis, and in January 2016 for the management of psoriatic arthritis. It is the one of the biologic approved as first-line therapy for the management of chronic plaque psoriasis. Pooled safety data from 10 Phase II/III studies have showed that secukinumab is a reasonably safe drug and serious adverse effects are uncommon. Infections like nasopharyngitis and upper respiratory tract infection were most common. Serious infections were infrequent, and reactivation of latent tuberculosis was not seen. Mucocutaneous candidiasis was more common in patients treated with secukinumab. Other adverse effects due to secukinumab are neutropenia, nonmelanoma skin cancer (NMSC), major adverse cardiac events (MACE), and inflammatory bowel disease. Neutropenia is rare and mostly Grade 1 or 2. The risk of NMSC and MACE is comparable to patients on TNF inhibitors and IL-12/23 blocker and is quite rare. [1] [2] [3] We hereby present a case of chronic plaque psoriasis whom we treated with secukinumab and the patient developed widespread tinea corporis 4 weeks after starting the therapy.
A 38-year-old male patient, with no known comorbidities but known case of chronic plaque psoriasis for 4 years, presented with acute exacerbation of his illness for the last 1 month. His previous treatments included topical steroids, narrow-band ultraviolet B therapy, and methotrexate. He was not on any treatment for the last 6 months. General and systemic examinations were within normal limits. Dermatological examination revealed the involvement of 40% body surface area in the form of erythematous scaly plaques, and the PASI score was 22.4 [ Figure 1a and b]. Baseline investigations including interferon-gamma release assay test to exclude latent tuberculosis infection were within normal limits. The individual was started on secukinumab 300 mg subcutaneously weekly and topical white soft paraffin. Four weeks after starting the therapy, his psoriatic plaques started clearing; however, he developed widespread annular erythematous plaques studded with pustules on the periphery of plaque [ Figure 2a ]. There was no fever, joint pain, or systemic symptoms. There was no family history of dermatophytosis. We performed 10% KOH mount of scale and histopathological examination of skin keeping in view differential diagnosis of generalized pustular psoriasis and tinea corporis. Histopathological examination of skin biopsy showed neutrophilic microabscess in the stratum corneum [ Figure 3a and b]. PAS stain showed the presence of hyphae in the stratum corneum [ Figure 3c ]. Ten percent KOH mount revealed the presence of septate hyphae. Diagnosis of tinea corporis was made and the patient was started on itraconazole capsule 100 mg twice a day to which the patient responded and his skin lesions improved [ Figure 2b ]. The patient was admitted to the dermatology inpatient ward before starting secukinumab and none of the ward patients suffered from dermatophytosis.
IL-17 plays an important role in mucocutaneous microbial defense. Congenital impairment of IL-17 pathway results in increased susceptibility to candida and mucocutaneous candidiasis. [4] In patients with adult T-cell leukemia/lymphoma (ATLL), peripheral Th17 cell and serum IL-17 levels are decreased. Th17 induces keratinocyte to produce antimicrobial peptide-like human B defensin-2 and LL-37, which plays a role in innate immunity. Fifty percent of the patients with ATLL develop cutaneous mycotic infection. [5] Burstein et al. provided an animal model for the role of IL-17 in immunity against superficial dermatophytosis. The study suggested that the absence of functional IL-17 pathway results in widespread colonization of epidermis by Microsporum canis and shifts to T-helper type 1 response which is nonprotective. They also observed that mice with wild-type IL-17 develop epidermal thickening on exposure to M. canis, while IL-17-deficient mice do not develop this protective barrier function. However, deficiency of IL-17 does not affect neutrophil accumulation in the epidermis and appears to be independent of this pathway. [6] IL-17 blockade with secukinumab also increases the risk of infection, especially mucocutaneous candidiasis. Oral and vulvo-vaginal candidiasis was seen during clinical trials and is also seen in clinical practice. A total of four cases of tinea pedis were also reported in four clinical trials. [1] [2] [3] There has been a report of perianal dermatophytosis in patients on secukinumab; however, there are no reports of widespread superficial dermatophytosis after secukinumab use. [7] The exact reason why widespread dermatophytosis is not reported in patients with psoriasis while it is common in patients with ATLL may be because of increased production 
